ganglionic neuron•\5-hydroxytryptamine•\membrane potential and resistance
The intermediolateral nucleus (IML) of the spinal cord is densely innervated by 5-HT containing nerve fibers apparently originating from supraspinal structures (Dahlstrom and Fuxe, 1965; Krukoff et al. 1985; Newton and Hamill, 1989) . Recently, Chiba and Masuko (1987) , Chiba (1989) , and Vera, Holets and Miller (1990) reported that 5-HT-immunoreactive nerve terminals form synapses on the sympathetic preganglionic neuron (SPN) in the IML. The functional role of these 5-HT synapses on the spinal sympathetic outflow has been studied by a number of investigators but no unequivocal conclusion has yet been reached. Some investigators have ascribed an inhibitory role (Coote, 1974; Neumayr et al. 1974; Gilbey et al. 1981) , others an excitatory role (DeGroat and Ryall, 1967; Coote et al. 1981; Kadzielawa, 1983; McCa11, 1983) These observations suggest that many SPNs are endowed with the 5-HT2 receptor, activation of which produces a depolarization, and a few SPNs with an inhibitory 5-HT receptor, the subtype of which remains to be established. About one third of the SPNs either express no 5-HT receptors or possibly express both excitatory and inhibitory 5-HT receptors, simultaneous activation of which results in no response.
Ma and Dun (1986) observed that the SPNs of neonatal rats expressed exclusively excitatory 5-HT receptors. Our results are generally in accordance with Kadzielawa's in vivo observation that 5-HT excited a majority of SPNs while it inhibited a minority of SPNs.
It should be added that during the 5-HT-depolarization the slow of terhyperpolarization (slow AHP) following the action potential was markedly depressed (Fig. 1B) . Since the slow AHP is associated with an increase in calcium-activated potassium conductance (GK, Ca) (Yoshimura et al. 1986 ), the 5-HT-induced depolarization is probably generated by depression of GK, Ca. The increased input resistance during the 5-HT-induced depolarization and the marked similarity of its voltage-dependency to that of the slow AHP (Yoshimura et al. 1986 ) are in support of this speculation. 
